Bronchiectasis 


e Infection - inflammation 

e Chronic dilatation - airways are chronically enlarged 

e Copious amounts of purulent sputum - large volume of infective sputum (yellow 
mucus) 


e Bronchiectasis is a vicious cycle of inflammation and infection 

e Immotile ciliary syndrome - airways are lined by epithelial cells that have cilia 
projecting out of them, when cilia beat they form a sweeping like motion that 
sweeps the mucus upwards so that it can be coughed out 

e A congenital or genetic defect can cause immotile ciliary syndrome - cilia 
don’t function and these people are susceptible to infection 

e If the cilia are not moving due to some being impaired, the process becomes 
ineffective 

e Cilia is not functioning and secretions stay in the airway - stasis is the basis 
for infection 

e Mucus sits in airway so you are susceptible to infection 

e Hypersecretion of mucus 

e Infection is acquired 

e Normally an infection stimulates an inflammatory response, here the local 
immune response gets stimulated so you have inflammatory mediators being 
released - cytokines, and neutrophils are also released into the airway 

e Neutrophils exacerbate the inflammatory response and help the organisms to 
bind to the epithelial lining 

e Airway is clogged because cilia is not working and there is hyper secretion into 
the airway 

e Inflammatory mediators are exacberating the condition and causing edema 

e Once the infection is resolved by the immune system you still have to deal 
with the dilatation and edema in the airway 

e Mucus is still trapped in airway - due to chronic dilatation so px gets recurrent 
infections 

e When the patient gets an infection again - it becomes a chronic problem 

e When neutrophils are released they give off elastases and metalloproteases 

e Elastase is secreted by neutrophils during the inflammatory response and it 
breaks down the elastin of the bronchi and the lung tissue is losing its 
structure, and the acute dilatation is now becoming a chronic problem 

e Now there is no structure as there is fibrosis, ulceration, edema and elastin is 
lost, it is important to give the airway the ability to contract and expand 

e There is loss of the structure of the lung 

e Patients have chronic dilatation 

e At any given time when you see px in hospital - they are presenting with an 
acute exacerbation of bronchiectasis 

e Main symptom is copious amounts of purulent sputum 

e Sputum may not always be infective as they are having recurrent episodes of 
infection 

e Chronic process - elastases released by neutrophils and metalloproteases 

e Over a period of years, it becomes a chronic condition that destroyed the lung 

e Hypersecretion causes copious amounts of sputum and it is purulent due to 
recurrent infections 


They can’t get rid of the mucus because their cilia are not functioning well so 
they have chronic dilatation 

Airway is full of edema and its lots its structure due to the elastin being 
destroyed 

In very severe cases pxs would present with cyanosis, clubbing and signs of 
obstructive lung diseases 

Sputum is also foul smelling, it has been sitting in the lung for so long and it is 
infective 

Suppurative lung condition in severe cases so you have clubbing (suppurative 
conditions are Broncheicstasis, empyema and lung abscesses) in a severe 
disease the px has clubbing 

Airways are progressively being destroyed, you expect to see cyanosis, pxs in 
respiratory distress and pxs with restrictive lung disease symptoms 


